These observations suggest that c-myc protein promotes DNA replication and enhances transcription by binding directly to the said cognate DNA sequence.
The data mentioned above strongly suggest that the c-myc protein is a sequencespecific DNA binding protein which plays a role in both cellular DNA replication and transcription.
This presents us with the interesting hypothesis that several other transcription factors could be involved in DNA synthesis initiation events. Since the average size of a eukaryotic replicon corresponds roughly to a single gene plus its upstream and downstream regulatory sequences, we are tempted to assert that one gene ordinarily possesses only one potential on sequence. If so, the proposed concerted activation of replication and transcription by ambivalent proteins, which is a particular feature of the c-myc system, could apply by extension to a variety of other transcription factors. On the one hand, N-MYC, a close relative of c-MYC, apparently has transcription and replication promoting properties. On the other hand, at least two well characterized transcription factors have turned out to be identical to cellular proteins required for viral DNA replication. CTF, a transcription factor responsible for specific recognition of the sequence CCAAT in eukaryotic promoters is indistinguishable from nuclear factor I (NF-I), a cellular DNA-binding protein essential for the initiation of adenovirus DNA replication in vitro (13) . An octamer-binding transcrition factor (OTF-1), which exists ubiquitously in mammalian cells, is physically and biologically identical to another cellular DNA-binding protein, nuclear factor III (NF-III) which is also required for adenovirus DNA replication (14) . CTF/NF-I and OTF-1/NF-III can serve both as transcription factors for RNA polymerase II and as initiation factors for viral DNA replication.
In addition, recent reports (15) mention that an AP1 consensus sequence is present in the replication on of polyoma virus, which provides an interesting but thus far speculative connection between replication events and AP1/c-jun, the enhancer binding protein which recognizes the TPA responsive element (15) and whose binding to DNA is stabilized by another nuclear oncogene product, c-FOS. Furthermore, cells lacking expression of p 53, another cellular oncogene product in nuclei which is also a putative replication factor (16) used to have amplified versions of the c-myc gene, which may be brought about through the complementation of the defect of p 53 function by the c-myc protein.
In which way do transcription and replication mechanisms overlap? How do they influence each other? On the one hand the transient breakdown of the higher order structures of chromatin which affect gene expression may be brought about through the replication processes. Invertedly, it can also be speculated that the binding of transcription factors to their cognate sequences may compel the DNA into a sterical conformation so as to promote replication from oris located nearby or within the protein binding sequences. This working hypothesis has certain implication for studies concerning transcriptional activation, DNA replication and developmental biology. With regard to the DNA replication function of nuclear oncogene during cell development, we know that the rate of DNA synthesis is higher in early developing cells than in late developing ones. This is believed to be due to the different 
